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monocyte/macrophage cells. This effect required direct 
cell-to-cell contact and did not appear to involve the 
secretion of a soluble factor or the infection of 
endothelial cells, in contrast to that observed in other 
tissues. 
These results again emphasize the possible syner- 
gistic role of interactions between endothelial cells and 
monocytic cells in the physiology of HIV infection but 
also illustrate the heterogeneity of these interactions 
with regard to the different tissues of the human body. 
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Antibiotic-resistant bacteria may outweigh their 
susceptible homologs 
Reduction or restriction in the use of antibiotics was 
believed for many years to be a measure with the 
potential to reverse the tendency of antibiotic-resistant 
bacteria to increase. This view was supported by a 
number of studies. Most of them showed a decrease in 
the frequency of resistant strains which paralleled the 
reduction in antibiotic use. However, other studies 
showing a lack of correlation between the frequency of 
resistant bacteria and the incidence of treatment with a 
particular antibiotic have also been reported [l]. Such 
studies should therefore be interpreted with caution. 
The relationship between resistant strains and the 
selector antibiotic suggests implicitly that acquired 
resistance reduces the 'bacterial fitness' in the absence 
of the selector, and that, in the absence of associated 
linkage selection (see below), the reduction in anti- 
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biotic use reduces the incidence of resistant strains, 
since the darwinian competition will favor the non- 
resistant strains. 
Recent publications show that there is more con-  
plexity to such relationships. When a mutation causes 
a decrease in the darwinian fitness of a bacterium, 
natural selection may restore it, with compensatory 
mutations. Thus, a resistant strain may have a fitness 
competitive with non-resistant bacteria. Schrag and 
Perrot [2] compared the wild-strain E. coli (CAB 281) 
to its two spontaneous mutants resistant to strepto- 
mycin (rpsL). The baseline mutant strains had a fitness 
cost expressed by a slower rate of elongation of peptide 
chains. In antibiotic-free medium the two resistant 
diverse antibiotics and chemicals or otherwise over- 
expressed [6]. 
The recommendation to reduce the use of anti- 
biotics to stem the tide of antibiotic resistance should 
take into account not only a particular antibiotic, but 
also the factors which contribute to the stability of the 
resistance markers. 
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strains regained their fitness after 180 generations while 
maintaining their high streptomycin resistance. The 
authors warn that prudent use of antibiotics alone may 
not be sufficient to control antibiotic resistance. 
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